SUMMARY Two cases of frontal, space occupying tumour without papilloedema are reported. Both presented with frquent, stereotyped attacks of visual disturbance with orbital headache, neck pain and unsteadiness of gait. Intermittent occipital lobe ischaemia, related to compression of the posterior cerebral artery against the tentonum by distorted, herniating brain, seems a probable explanation. would be followed by an ache and total loss of vision in both eyes. Pain and visual loss would persist for five to 30 minutes (average 20 minutes). Over a few seconds the headache would resolve and vision return. During the attacks he felt unsteady on his feet. He had no other symptoms with the attacks and between episodes he was symptom-free. The episodes had been occurring five to eight times daily with no days free of attacks. He had not previously suffered from headaches and there was no family history of migraine. Prior to presentation at this hospital, a diagnosis of migraine had been entertained and he had taken aspirin, diazepam, propranolol and clonidine without benefit. One month before admission, assessment at another hospital had shown normal visual fields and optic discs. Examination on admission revealed normal fundi. The visual acuity on the right was 6/9 and on the left 6/12 corrected with a pin hole. There was a homonymous right upper quadrantanopia showing mild incongruity. Examination including sense of smell was otherwise normal. His attacks continued. Seven days after admission he complained of poor vision in his left eye. Repeated examination showed diminished sense of smell on the left. Acuity on the right was unchanged, but on the left had fallen to counting fingers. The quadrantanopia persisted, but he now had a left central scotoma in addition. The left disc now appeared pale and the right showed mild papilloedema. There was mild weakness of right hip flexion. On writing he demonstrated mild dysgraphic errors. A CT scan demonstrated a cystic tumour in the left frontal region extending back to the anterior temporal region. The left lateral ventricle was compressed, with midline shift to the right. He was commenced on steroids and during the next three days prior to operation, no further attacks of visual loss occurred. At operation Mr D Thomas found a cystic gemistocytic astrocytoma and performed a left frontal lobectomy. The patient made a good recovery and in the three weeks prior to discharge, he had no further episodes of visual loss. Visual acuity in the left eye had not improved, but there was some diminution in the quadrantanopia. 832 group.bmj.com on October 13, 2017 -Published by
would be followed by an ache and total loss of vision in both eyes. Pain and visual loss would persist for five to 30 minutes (average 20 minutes). Over a few seconds the headache would resolve and vision return. During the attacks he felt unsteady on his feet. He had no other symptoms with the attacks and between episodes he was symptom-free. The episodes had been occurring five to eight times daily with no days free of attacks. He had not previously suffered from headaches and there was no family history of migraine. Prior to presentation at this hospital, a diagnosis of migraine had been entertained and he had taken aspirin, diazepam, propranolol and clonidine without benefit. One month before admission, assessment at another hospital had shown normal visual fields and optic discs. Examination on admission revealed normal fundi. The visual acuity on the right was 6/9 and on the left 6/12 corrected with a pin hole. There was a homonymous right upper quadrantanopia showing mild incongruity. Examination including sense of smell was otherwise normal. His attacks continued. Seven days after admission he complained of poor vision in his left eye. Repeated examination showed diminished sense of smell on the left. Acuity on the right was unchanged, but on the left had fallen to counting fingers. The quadrantanopia persisted, but he now had a left central scotoma in addition. The left disc now appeared pale and the right showed mild papilloedema. There minal event in the coning brain.8 The occurrence of neck pain and stiffness, unsteadiness of gait and orbito-frontal headache at the onset of attacks of visual disturbance in our patients, appears to us to fit well with Ethelberg and Jensen's' suggestion of uncal herniation and compression of the brainstem and posterior cerebral arteries against the margin of the tentorial hiatus. The duration of attacks in our cases was unusually long for visual obscurations which rarely lasted for more than 30 seconds in Ethelberg and Jensen's' series. They found only two patients with attacks of comparable duration and only one of their cases presented with visual disturbance as the initial symptom. During their attacks both our patients retained normal consciousness which would be against a generalised disturbance of cerebral blood flow. The response to steroids and surgery would seem to exclude occipital emboli as the explanation. Although it may seem unlikely that our patients had tentorial hemiation for several months in view of their lack of signs and symptoms between attacks, we propose that for most of this time there was inadequate distortion of normal structures to produce symptoms but that periodic increases in intracranial pressure were sufficient to disturb the state of equilibrium. Jefferson9 commented on the intimate relationship between the posterior cerebral arteries and the sharp edge of the tentorium and expressed surprise that clinical sequelae were not a more common result. He also noted that the tentorial pressure cone can exist in the presence of only minimal papilloedema. Lindenberg "' pointed 
